a central blister though there were also scattered solitary pustules. Vegetations on the flexures which were recognizable histologically were not obvious to the naked eye. The mouth was always severely affected with ulceration and a granular stomatitis.
His colitis preceded the eruption by about twelve months. On a combination of prednisone and sulphasalazine the skin finally cleared completely. Dapsone and di-iodohydroxyquinolone were both ineffective when given alone.
Currently his prednisone dosage is 7 5 mg daily. Dr Bentley Phillips: I wonder whether this might be a dermatitis herpetiformis? I noticed dapsone has been prescribed and I wondered what dosage had been given.
Dr H R Vickers: This case has given us much difficulty in making a diagnosis. Dermatitis herpetiformis was a possibility and one attack cleared when she was given dapsone 100 mg daily, but subsequent attacks did not respond to this drug. Further diagnoses considered were pyoderma gangrenosa, halogen granuloma, an eruption to an unidentified drug and Sneddon-Wilkinson disease. Only since she complained of diarrheea have we been able to link this eruption with ulcerative colitis. Some of the early lesions suggested clinically the primary pustular lesions associated with this disease by Percival. This patient had the skin lesions before she had any symptoms from her bowels apart from the transient attack of diarrhcra which she had on holiday at the time of the first onset of skin involvement. The condition has fluctuated markedly over the years, which is odd if the colitis is of long standing as is suggested by the X-ray appearance. We are wondering; in view of the damage to the bowel, the presence of pseido-polyps and the rash, whether this patient should have a coleetomy. Dr Sidney Truelove is now advising us on the ulcerative colitis and she is having various corticosteroid preparations for this.
Dr R D Sweet: A man of 23 with ulcerative colitis for seven years presented a very similar diagnostic problem. Lesions at first thought to be dermatitis herpetiformis appeared quite suddenly and fluctuated in severity, somewhat uncertainly modified by dapsone. They were completely suppressed by 15 to 20 mg prednisolone daily, a little more than the dose needed to keep his ulcerative colitis moderately under control.
Dr H T H Wilson: I cannot remember seeing a case identical to this one except perhaps Dr Gold's, but I have seen a number of patients with colitis and skin conditions including several with chronic pustular eruptions. I agree with Dr Vickers that the lesions tend to come in cycles so that it is extremely difficult to assess the value of therapy but I believe that most cases are helped by steroids. I do not think that the skin lesions are the result of the bowel trouble as they may develop both before the colitis and after colectomy. I do not therefore feel that colectomy is justified simply in order to try and improve the skin. On examination: He had a crusted weeping eczema in these areas with pitting cedema of both legs. Bilateral varicose veins were present and there was a small ulcer on the medial aspect of the left leg below the knee.
Investigations: Hb 73 %. WBC 7,700 (normal differential). Reticulocytes 154/c.mm. Smear: RBC showed slight microcytosis and hypochromia; no abnormal cells seen. PCV 39%, MCHC 27 %. ESR 80 mm in I h (Westergren).
Bleeding and clotting times normal. Total plasma proteins 6-9, albumin 3-2, globulin 3 7, y-globulin 2-5 g/100 ml. The electrophoretic strip showed a well-marked band in the y-globulin region. There were no cryoor macroglobulins.
Serum calcium 9 4 mg/100 ml, zinc sulphate turbidity 30 units, alkaline phosphatase 6 K-A units, pyruvic transaminase 60 units, Bromsulphalein clearance normal. Serum thyroid and gastric parietal cell antibodies absent. Urine contained no Bence Jones proteose.
Sternal marrow showed an increased number of plasma cells many of which were morphologically abnormal. The appearance was diagnostic of myelomatosis (Professor J V Dacie and Dr J Oliver). An intravenous congo red test was normal (79 % retention at 60 min). A radiological survey of the skeleton was normal. Rectal biopsy showed no evidence of amyloidosis and two biopsies from the skin which had been affected by lichen amyloidosis showed lichenified varicose eczema only (Dr G C Wells).
Progress: The acute eczema resolved following a short course of oral steroids together with local steroid applications. However, some lichenification and pigmentation of the left lower leg persists and the ulcer on the right leg has not quite healed. The ESR has remained persistently raised at 74 mm (Westergren) in the first hour.
Comment: The occurrence of myelomatosis after the condition known as lichen amyloidosis has not previously been recorded although the association of myelomatosis and primary amyloidosis is well known. The original diagnosis of lichen amyloidosis was made clinically and the histological appearances of the original biopsy are unequivocal. Amyloid deposits may occur in senile warts, keratoacanthomata, keratomata and epitheliomata (Freudenthal 1930) , and in senile skin (Sannicandro 1933 , Siegel 1956 ). Our patient was 49 years old at the onset of the disease and had none of these conditions. It is of interest that the lichen amyloidosis cleared up rapidly whereas the lesions are usually persistent. Spontaneous remission does, however, occasionally occur (Freudenthal 1930) and in our patient this may have been associated with improvement in his stasis eczema, as in the patients described by Wolf (1953) . The stemal marrow was diagnostic of myelomatosis and this presumably explains the plasma protein abnormality and high sedimentation rate. Because primary amyloidosis may be a feature of myelomatosis the question arises whether the lichen amyloidosis was not similarly related to myelomatosis in our patient. It is clearlyimpossible to answer this question from a single case history, although the rarity of these two conditions makes a fortuitous association less likely. The answer must lie in the full investigation and follow up of all patients with lichen amyloidosis for some years to come.
Dr H R Vickers: I would like to ask whether Dr Greaves by any chance has a picture of the lichen amyloidosis because it is so uncommon in my experience for true lichen amyloidosis of the skin to disappear.
Dr M W Greaves: No, we have no photographs but from what is in the notes the clinical diagnosis was pretty clear cut.
The following cases were also shown:
(1) Sebaceous Nievus with Multifocal Basal Cell Epithelioma (2) 
